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v Role of PKM2 : A structure-dependent signaling node coordinating transcriptional and metabolic-epigenetic programs in cancer.

v Anticancer Strategy : Disruption of PKM2 structural signaling suppresses tumor growth and metastatic competence.

Glucose + PKM2(Pyruvate Kinase M2) : A pyruvate kinase isoform expressed in proliferating cells that exerts
structure-dependent metabolic and transcriptional regulatory functions.
+ Associated cancers: Multiple solid tumors and hematologic malignancies, particularly in advanced
and metastatic disease contexts.
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Kaposi's sarcoma-  VDP targets a defined PKM2 binding

associated interface critical for vIRF3 association.
herpesvirus * Structure-guided binding enables high-
(KSHV) affinity, competitive PPl blockade.

* I Glycoproteins

© Envelope

O Tegument
%p Viral genome

O Capsid

KOREA

UNIVERSITY
SEJONG CAMPUS

v Unlocking a New Frontier in Solid Tumor Treatment :
Highly Selective PKM2 Modulation via vIRF3-derived PPI
Inhibitors.

v VDP halts cancer metastasis by precisely disrupting the
vIRF3-PKM2 oncogenic metabolic axis.
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TAT-VDP potently blocks the vIRF3-
PKM2 PPl interface

VDP prevents PKM2 tetramerization,
halting the metabolic surge that
drives metastasis
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03 Key Features & Advantages

Tumor Regression —¢

* VDP : Potent tumor regression and
growth inhibition.

Colonization

Primary Tumor Site

4 Invasion

* Verified safety with no significant weight
loss.
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v' Business Vision : A first-in-class precision oncology solution targeting the vIRF3-PKM2 metabolic axis to fundamentally block
cancer metastasis.

v Engagement Model : Open to global technology licensing, strategic R&D partnerships, and co-development for clinical trials.
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+ Validation in Patient-Derived Xenograft (PDX) models * lung, breast, and colon cancers
and comprehensive PK/PD/Toxicology profiling.

- Partners : CROs, General hospitals & oncology I n-'-el Iec-'-ua I

research centers.
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® Companion Diagnostics (CDx) CONTACTUS
P 9 * Title: VIRF3-DERIVED PEPTIDE AND
* Development of Acetyl-CoA and PKM2-based USE THEREOF FOR PREVENTING OR
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* Partners: IVD manufacturers, Precision medicine & » Patent: US 18/857042, KR 10-2837660,
biomarker analysis labs. PCT/KR2023/006165 * Technology Transfer Agency : IBU Inc.

* Email : kimth@ibubiz.kr
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